Occupational asthma (OA) is characterised by a variable airflow limitation and/or airway hyperresponsiveness (AHR)associated with inflammation due to causes and conditions attributable to a particular occupational environment and not to stimuli encountered outside of the workplace [1] . Diisocyanates are the most common cause of OA in the automotive industry. Powder-painting is an alternative to solvent-based spray painting, and the triglycidylisocyanurate (TGIC) [2] , respectively the organic acid anhydrides are identified as themain causal agents of OA [3] .
We investigated a 41-year-old woman (ex-smoker with a 20 pack-year history) experiencing asthma on exposure to powder-painting containing aluminium hydroxide, whose specific inhalation challenge (SIC) and environmental assessment provided evidence that this is the most likely causal agent.
This previously healthy patient (with no personal or family history of allergy) had been working for more than 20 years as a control agent in a company specializing in the manufacture of wipers (9 years in the packaging section, respectively 11 years in the control department in the proximity of the painting and drying area of the wiper arms). Five-years ago she had progressively complained of respiratory symptoms (dry cough, dyspnoea, and wheezing), clearly modulated by work-related exposure. The detailed interrogatory identified in her professional environment an indirect exposure to the painting-powderapplied towiper arms containing aluminium hydroxide (20-25%).Skin prick-tests to aeroallergens and to the painting-powder (humidified with the water)on a normal reactive skin (negative control 0 mm, positive control 7 mm) were negative. Chest computed-tomography scan was normal.
Functional respiratory tests showed a minimal airway obstruction with aforced expiratory volume in the first second (FEV1) at 2.59L (88% of predicted value), a forced vital capacity
